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To determine i f plasma l e v e l s of f r e e endotoxin i n c r e a s e during t h e i n i t i a l hours of a n t i b i o t i c therapy f o r gramnegative b a c t e r i a l s e p s i s , s e r i a l blood samples were obtained from 24 p a t i e n t s presenting with suspected s e p s i s .
For each sample the level of bacteremia was determined by q u a n t i t a t i v e c u l t u r e , and the l e v e l s of f r e e ( f i l t e r a b l e ) and b a c t e r i a l cell-bound plasma endotoxin were measured by Limulus l y s a t e assay.
Fourteen p a t i e n t s had no d e t e c t a b l e bacteremia o r endotoxemia.
Five p a t i e n t s with constant or declining l e v e l s of f r e e endotoxemia had t r a n s i e n t gram-negative bacteremia ( 2 ) , no d e t e c t a b l e bacteremia ( 2 ) , or overwhelming gram-positive b a c t e r i a l s e p s i s (1).
The remaining f i v e p a t y n t s had gramnegative b a c t e r i a l s e p s i s ranging from 30 t o 10 cfu/ml blood. Plasma f r e e endotoxin increased i n a l l of these p a t i e n t s during the i n i t i a l hours of a n t i b i o t i c therapy, while l e v e l s of bacteremia and cell-bound endotoxin were decreasing. Plasma f r e e endotoxin subsequently cleared i n four of these p a t i e n t s , but continued t o r i s e i n the other p a t i e n t , associated with progressive purpura fulminans and i r r e v e r s i b l e shock. These r e s u l t s a r e c o n s i s t e n t with t h e hypothesis t h a t a n t i b i o t i cinduced endotoxin r e l e a s e may be responsible for the d e t e r i o r at i o n observed i n some p a t i e n t s with gram-negative b a c t e r i a l s e p s i s during a n t i b i o t i c therapy.
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To study recovery of t h e pulmonary v a s c u l a t u r e a f t e r k s s a t i o n of p o s i t i v e end-expiratory pressure(PEEP) i n t h e i n t a c t , i n f a n t lamb, electromagnetic flow probes were placed about R and L pulmonary arteries(PA) and t h e L atrium(LA) was c a t h e t e r i z e d through a L thoracotomy. 1 wk l a t e r , under c h l o r a l o s e , probe terminals and LA c a t h e t e r s were e x t e r i o r i z e d . A custom-made endobronchial tube was i n s e r t e d , and R and L lungs were subj e c t e d t o independent, volume regulated v e n t i l a t i o n . I n each study, PEEP ( l l d g ) was applied f o r 4 minutes t o t h e L lung only. Aortic(Ao), PA and LA pressures, l e f t lung peak airway pressure(Lpmax), and R and L lung blood flows(QR,QL) were recorded during and f o r 4 minutes a f t e r abrupt c e s s a t i o n of PEEP.
EFFECT OF DOPAMINE AND VOLUME EXPANSION O N VISCERAL BLOOD FLOW IN ACUTE ABDOMINAL DISTENSION (AAD).
214 Deborah Smith-Wright, Stanley Einzig, Robyn S c h u t j e r , Elizabeth Lorenz, and Bradley Fuhrman. Dept. of P e d i a t r i c s , U of Minnesota, Minneapolis, MN 55455.
We have shown t h a t AAD reduces v i s c e r a l blood flow(BF),cardirr index(CI), and u r i n e output(U0) i n t h e dog. To s e e i f BF and U O could be r e s t o r e d by dopamine (D) and/or volume expansion (V), 7 c h l o r a l o s e anesthetized dogs had t h e i r abdomens distended with Ng gas t o 20 d g . Each experiment had f i v e 30 minute steps--two d i s t e n t i o n control(C) periods and t h r e e i n t e r v e n t i o n periods (D a t lOpg/kg/min; V(D5LR) a t 40 ml/kg/301; o r V+D). L e f t ventricul a r , pulmonary a r t e r y , aortic(Aop), i n f e r i o r vena cava(IVC), and abdominal p r e s s u r e s were measured. Animals were s a c r i f i c e d and r e n a l c o r t i c a l ( r e n ) , small bowel(sbo) , and l i v e r ( 1 v 18f17 26f12 92t18* 182f42t I n t h e presence of AAD, both V and D enhance abdominal viscer a l BF apparently i n excess of t h e i r e f f e c t s on d r i v i n g p r e s s u r e (Aop-IVC).
U O and CI were s i g n i f i c a n t l y increased by V but una l t e r e d by D. Thus, i n t h e s e t t i n g of AAD, V appears s u p e r i o r t o D i n r e s t o r i n g U O and systemic perfusion. 
wks). There was no s t a t i s t i c a l d i

HU and NU p t s . W e conclude t h a t increased admission SUA i s assop l e t e l y w i t h i n 10 seconds of c e s s a t i o n of PEEP. QL, however, c i a t e d with a hiqher m o r t a l i t v i n o e d i a t r i c ICU o t s and t h a t HII
recovered more slow1 and remained depressed f o r a t l e a s t 2 minu r e s (p<.Ol). PEEP xas an e f f e c t on pulmonary vascular tone t h a t p o r s i s t c a f t e r airway p r e s s u r e r e t u r n s t o baseline.
CENTRAL HEMODYNAMIC EFFECTS OF DOPAMINE AND VOLUME EXPANSION I N ACUTE ABDOMINAL DISTENSION (AAD).
213 Deborah Smith-Wright, Stanley Einzig, Donna Howland, Bradley Fuhrman. Univ. of Minn, Dept.of P e d i a t r i c s , Mpls., MN I n c h i l d r e n AAD o f t e n follows major trauma, surgery, o r infect i o n . We have shown t h a t AAD reduced c a r d i a c output 36% i n t h e dog. This decrease i n C O was a t t r i b u t e d t o e i t h e r a decrease i n c o n t r a c t i l i t y o r a c t u a l f a l l i n v e n t r i c u l a r preload. To e l u c id a t e t h e mechanism of t h i s change we studied t h e c e n t r a l hemodynamic e f f e c t s of dopamine (D) and volume expansion (V) i n dogs with AAD. 7 dogs were anesthetized, paralyzed, v e n t i l a t e d , and t h e i r abdomens distended by N2 t o d g . Animals were i n s t r umented t o measure r i g h t a t r i a l , pulmonary a r t e r y wedge, l e f t v e n t r i c l e , a o r t i c (Aop), and abdominal p r e s s u r e s and h e a r t r a t e (HR). Each experiment had f i v e 30 minute steps--two c o n t r o l dist e n s i o n (C) periods, t h r e e i n t e r v e n t i o n periods (D a t 10 pg/kg/ min; V (D5LR) a t 40 ml/kg/30t; o r V+D). C O was measured and Systemic v a s c u l a r r e s i s t a n c e and s t r o k e volume (SVR,SV) c a l c u l a t e d . (Results XtSEM, *p<0.05 v s C; t p <~.~l v s C). V increased CO, SV, and decreased HR and SVR. D had l i t t l e e f f e c t . These r e s u l t s suggest t h a t t h e c e n t r a l hemodynamic e f f e c t s of AAD a r e primarily due t o reduced v e n t r i c u l a r preload r a t h e r than diminished l e f t v e n t r i c u l a r c o n t r a c t i l i t y . Urinary nitrogen determination provides important information regarding d i e t a r y protein intake and r e l a t i v e s t a t e of catabolism and anabolism.
S t r e s s , e.g. surqery, s e p s i s , organ system f a i lure, causes increased t i s s u e breakdowm r e s u l t i n g i n increased body nitrogen l o s s . Urea, formed i n t h e l i v e r , i s t h e pr+mapY means i n humans f o r nitroqen removal throuqh urinary excretion (UUN). UUN has been shown t o be 80-85% of Total Urinary Nitrogen (TUN) i n a d u l t s but somewhat l e s s i n children. W e examined UUN vs. TUN excretion i n 16 Peds ICU p a t i e n t s over 25 p a t i e n t days (PD).
Mean UUN* Mean TUN* % UN Gnp. #1 ( L i v e r Fail.n=6) 3.2 (1.0) 7.4 (2.3) 41 12.0) G r p . # Z ( S e p s i s n = 5 ) 2 . 6 ( 0 . 4 ) 7 . 3 ( . 8 6 ) 3 5 ( 4 . 3 ) Grp. #3 (Post-surg.n=14) 2 . 8 (0.4) 6.0 (.63) 48 (2.9) Grps. 1+2+3 (n=25) 2.9 (.37) 6.6 (.65) 44 (2.2) *=gmlMZ/day (--)=Std. Err.of Mean
The values f o r TUN and UUN aqree with values in t h e l i t e r a t u r e .
W e found t h a t p a t i e n t s with l i v e r f a i l u r e and b a c t e r i a l o r fungal s e p s i s have UUN production simi 1 a r t o post-surqi cal p a t i e n t s but higher TUN production. W e conclude t h a t stress associated with t h e s e two conditions causes an i n c r e a s e i n non-urea nitrogen excretion.
